Introduction
Two cases of acute gastric dilatation in patients undergoing treatment for anorexia nervosa have previously been reported. Russell (1966) described the case of a 16-year-old girl who developed acute dilatation two days after a high calorie fluid diet was begun. His patient responded to conservative management, but Russell thought there was a strong psychogenic element in the causation of the dilatation. Evans (1968) in a full review of acute dilatation of the stomach described a 20-year-old girl with anorexia nervosa who had acute gastric dilatation five days after starting hospital dietary treatment. This patient's stomach rapidly dilated and perforated in two places, which naturally required surgical intervention. We describe two cases that conform to a similar pattern.
Case 1 A 14-year-old schoolgirl of Spanish extraction had developed anorexia nervosa over the 12 months before admission. Considering herself overweight she had started dieting and had reduced weight from 9 st (57 kg) An emergency barium meal examin-ation showed no obvious pathological cause for the dilatation. After five days the nasogastric tube was removed but she started vomiting again so another was passed. This remained for a further eight days. All this time she was maintained on parenteral nutrition. After the 13th day a light diet was begun, which she managed to keep down.
She remained in hospital under psychiatric care for another 10 weeks, being treated with chlorpromazine, imipramine, and a gradually increasing diet. On discharge she weighed 7 stones (45 kg). She maintained that weight and had no further attacks of acute gastric dilatation.
Case 2
A 25-year-old married secretary had been receiving psychiatric treatment for anorexia nervoisa during the nine months before admission. She had been married for 12 months and claimed that she ihad started to lose weight then though she had had amenorrhoea for two years. She had recently been feeling better and had gone out for a meal with her husband. The day after she develoed sudden abdominal pain, which became so severe over the next 48 hours that she sought hospital admission.
The pain was epigastric, unrelated to meals, and colicky in nature. She felt nauseated but had not been sick. She was not constipated. On examination she was a very thin, anxious, and pale girl who weighed just over 4 stones (25 kg). She was not clinically dehydrated. Her abdomen was distended and tender in the epigastrium. Bowel sounds were tympanitic, and a plain abdominal x-ray picture showed a huge gastric dil;atation. Mhe small bow-el was also dilated with many fluid levels.
Parenteral fluids were started and a nasogastric tube passed. Three litres of fluid were aspirated, which resulted in a rapid improvement of the patient's condition. She remained on this regimen for 48 hours and was gently weaned on to a normal diet.
A barium meal examiination was performed one month after she had overcome this acute episode and showed no residual dilatation of the stomach though the jejunal loops were still slightly dilated and the transit time through the bowel was slow. She had no further attacks of gastric dilatation though her anoexia proved more resistant to treatment, and she needed prolonged inpatient psychiatric care.
Discussion
Our first patient had been vomiting for about two months, but she did not develop her acute dilatation until she was admitted to hospital and put on a larger diet. The second girl developed her dilatation after an extra large meal two days before admission. Our cases together with those of Russell (1966) and Evans (1968) Acute dilatation of the stomach is thus a recognized, if rare, complication of any patient suffering from anorexia nervosa who is beginning treatment. It seems that conservative management alone is adequate in the acute phase provided the condition is discovered before perforation of the stomach occurs. The mortality of uncomplicated gastric dilatation is low, but after perforation it is 80% (Evans, 1968) .
We considered whether any medication the patients received before presentation might have caused the dilatation. One patient had been treated with diazepam and the other with chlorpromazine. We consulted Side Effects of Drugs (Meyler and Herxheimer, 1968) 
Introduction
One of the most conspicuous after effects of a depressed fracture of the skull or a penetrating missile injury is a disfiguring skull defect. Repair by cranioplasty is often needed. Frontal defects more than 2 cm in diameter are usually unsightly, and some cause discomfort, especially when ithe patient stoops. Larger defects leave the brain vulnerable to trauma, giving the patient a sense of insecuri;ty.
A satisfactory cranioplasty should employ an onlay technique wvith a simple method of attaching the prosthesis to the skull. The material used should be inert in the tissues, radiolucent, easily and accurately shaped, capable of being adjusted at the itime of insertion, and it should have sufficient mechanical strength to resist fracture or deformation under severe impact loading.
After the 1914-18 war autogenous bone was the material of choice for cranioplasty. But repair of a large defect requires a major operation to obtain the graft. Reproduction of the correct skull contour often proves difficult, and the patient often has more postoperative pain from (the donor site than from t.he grafted area.
Some (Woodhall and Spurling, 1947) . It was shaped by a die/ counter die swaging technique or by hanmnering into a counter die (Lewin et al., 1948) . Lewin and Gibson (1956) We describe here how titanium has been used to repair these defeats. The method combines accuracy with ease of insertion and is now used for skull defects of any size.
Methods

INITIAL OPERATION
Beause of the risk of infection immediate cranioplasty is seldom advisable in patients with compound depressed skull fractures with brain laceration. The overlying skin is often severely lacerated and many wounds are heavily contaminated. Certain steps taken at the initial operation, however, will facilitate subsequent cranioplasty. A full-thickness skin cover for the defeat and later for the prosthesis is essential. In missile wounds and depressed fractures caused by sharp objects the scalp laceration is often small and can be excised and stured. A generous scalp flap is then cut about 2-3 cm beyond the limits of the skull fracture. This flap can be reflected
